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necessar\ to estimate the effect of the lesion on the reserves of the heart.
When the cardiac reser\ es are reduced sufficiently to cause heart failure,
the symptoms are the same whether regurgitation or obstruction is the
predominant defect. The mechanical burden imposed upon the myo-
cardium, by regurgitation does not increase the work of the heart
sufficiently to produce symptoms from impairment of its reserve force.
When symptoms arise they must be attributed to a damaged myo-
cardium, and not to incompetence or stenosis of the valve.
In developed mitral stenosis certain complications may supervene in Relation of
the course of the disease and cause symptoms which are commonly
associated with narrowing of the auricula-ventricular channel, partlcu-
larly heart, failure from auricular fibrillation, emboiic phenomena, and
bacterial endocarditis. Whatever may be the factors responsible for
auricular fibrillation, there are no pathological grounds for attributing
this disturbance of rhythm to leakage of the valve except in its associa-
tion with mitral stenosis; neither is there evidence for claiming that
emboiic s\mptoms may develop as a direct effect of regurgitation.
Siibacute bacterial endocarditis may de\elop in cases with a structural
valvular defect.
The only sign of mitral regurgltation is an apical systolic murmur, and
it is not easily differentiated from systolic murmurs due to other causes.
It lias not the diagnostic value of the diastolic murmur of mitral
stenosis or of aortic regurgitation; it is in fact an inaccurate sign of
mitral disease. It is impossible to be certain from the quality and Structural
character of the murmur whether it is produced by a functional or a
structural defect of the valve. It is usual to define it as of structural
origin when it is harsh and loud and there is a past history of rheum-
atism. When functional, it is less likely to be loud and is associated
with an overacting or failing heart. When used as a guide the apical
systolic murmur serves a useful purpose in the recognition of mitral
disease and structural damage in other parts of the heart.
4.-PROGNOSIS
650.] The course of events in mitral disease and the duration of Its
different phases can be determined by correlating the origin of stenosis
or regnrgitation with the associated anatomical changes and functional
disorder which the heart displays. Signs of venous congestion, the
degree of cardiac enlargement, the presence of auricular fibrillation,
and the response to effort are signs which can "be relied upon in fore-
casting the course of the disease. Signs of systemic venous congestion
appear late and indicate that the disease lias nearly raa Its course.
When the heart is enlarged and dyspnoea on slight exertion Is a chief
complaint, the cardiac reserves are much reduced, tte heart Is no longer
able to malmtaia the circulation adequately,, and congestive signs, if
present, are likely to develop In a short time* Auricular fibrillation, wtiea
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